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Research progress on antitumor effect of selenium binding protein 1~

Gu-qing Zeng, Xing Tan, Li Liao
(School of Nursing, University of South China, Hengyang, Hunan 421001, China)

Abstract: Selenium binding protein 1 (SBP1) is a member of selenoprotein family, has been shown to covalently
bind selenium and participate in the transportation of proteins in Golgi body. Many studies showed that SBP1 is a
novel tumor suppressor protein closely related to tumor cell proliferation, differentiation and apoptosis. The aim of
this paper is to investigate the correlations between selenium binding protein 1 and tumor occurrence, development,
differentiation, proliferation, apoptosis, metastasis, chemotherapy sensitivity and prognosis, so as to provide a scien—
tific guidance for early diagnosis and individualized therapy of tumors, improve the prognosis of tumor patients.
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